During the first decade after the introduction of insulin therapy, when pregnancy in diabetic women began to be a more common occurrence, reports mainly emphasized isolated cases, in which an increased carbohydrate tolerance appeared during pregnancy. This gave rise to the idea that the fetal insulin production could in part replace that of the mother. A large number of later publications give somewhat varying information, but in general a deterioration of carbohydrate tolerance during pregnancy is reported, especially during the later part. The average insulin dosage at the end of each month of pregnancy has, furthermore, been calculated firstly for 36 cases in which pregnancy had pro¬ gressed longer than to the end of the seventh month, secondly for 26 of the same cases with a duration of pregnancy of more than 8 months. Figure 1 shows the changes in the average insulin dosage during pregnancy for both these groups. Up to the fourth month a slight decrease in the dosage is ob¬ served in both groups, after which the dosage increases, chiefly during the seventh month.
As mentioned above, the average insulin dosage in this series of cases was lowest in the fourth month. This observation agrees very well with the time at which the majority of the accidents of insulin shock occurred during the course of these pregnancies. Five (Schenk, 1924 , Labbé 8c Dreyfus, 1935 , Hurwitz 8c Irving, 1937 , Petersen, 1947 , With, 1947 , Andersson, 1950 , Verhagen Sc Byvoet Jr., 1950 , Hoet, 1950 , van Bcek, 1952 Fig. 1 Allen (1939) found a progressive decrease during the whole pregnancy.
In the majority of earlier publications a deterioration in glucose tolerance has been reported during the latter half of the pregnancy. In the present in¬ vestigation an increase in the insulin dosage has occurred in the second tri¬ mester and especially in the third with a maximum in the seventh month of pregnancy.
The number of pregnancies in this study which have progressed longer than the 36th week is not large; nevertheless it is all the same interesting that after the 36th week the insulin dosage probably tended to decrease. Barns 8c Morgans (1949) previously observed a gradual and slight fall in insulin requirements during the last 2 to 4 weeks before delivery. Peel 8c Oakley (1949) found the same after the sixth to eighth month in a small number of their cases. Similarly Hoet (1953) states that there is a tendency to hypoglycemia towards the end of pregnancy. In connection with this it is perhaps worthy of mention that the curve of the urinary excretion of chorionic gonadotrophin in normal pregnancy, which is low from the latter part of the second trimester, shows a secondary rise in the last month of the pregnancy (Keltz, Keaty 8c Hellbaum, 1950) .
After the emptying of the uterus it has been observed with only few ex¬ ceptions, that both in spontaneous delivery as well as in those patients de¬ livered by cesarean section, rapidly appearing signs of increased glucose tolerance occur, a finding which is described as characteristic in the majority of publications.
Evidence that the degree of severity of the diabetes -compared with the condition prior to the pregnancy -might be permanently changed in the one or the other direction as a result of having gone through pregnancy is lacking in this investigation as well as in the majority of other studies.
In summarizing earlier observations and those made in the present study, it appears that pregnancy is accompanied by a diabetogenic mechanism, capable of exacerbating an already existing diabetes or of manifesting a subclinical diabetes. This mechanism which is apparently active only or at least pre¬ dominant during the latter half of the pregnancy, disappears rapidly with par¬ turition, probably leaving no lasting results. This last statement, however, is contrary to the opinions of Labbé Sc Dreyfus. 1935 , Hoet, 1950 , and Katsch, 1950 .
The role of the production of insulin in the fetal pancreas Earlier workers on the influence of pregnancy on diabetes have, strangely enough, mainly discussed largely an opposite condition to that above men¬ tioned, namely an improvement of the carbohydrate tolerance. This had been observed in a small number of casually reported cases and gave rise to the hypothesis that the insulin production of the fetal pancreas should improve the diabetic state of the mother. There has been considerable discussion as to whether the insulin of the fetus can pass through the placenta to the mother. This question appears, however, to be of secondary importance, since the glucose of the mother can certainly be transported to the fetal organism and meta¬ bolized there. Another question is whether the fetal production of insulin can attain such a magnitude as to be significant for the diabetes of the mother. If the insulin production of the fetus actually has a favourable influence on the diabetes of the mother, then it is obvious that a diabetogenic mechanism work¬ ing in the opposite direction must have a greater effect.
If the question of fetal production of insulin is nowadays more of academiiinterest as far as the diabetes of the mother is concerned, then it is perhaps of greater significance for the fetus. It has been conclusively shown that hyperglycemia gives rise to increased insulin production in the normal pancreas (Andersson Sc Long, 1947; Brown, Dohan, Freedman, Beek, 1952; Hoet, 1953 (Eastman, 1946; Houssay, 1951; Long, 1952) . The effect on the carbohydrate metabolism ascribed by some authors to female sex hormones has as a rule been that these hormones tend to produce improved glucose tolerance (White Sc Hunt, 1943 , Houssay, 1951 Long, 1951; Tarantino. 1951) , it is probable that the increased production of adrenocorticotrophic hor¬ mone during pregnancy comes at least partly from the placenta. It is note¬ worthy, as Pedersen (1952) pointed out in his study, that the increase in the urinary excretion of corticoids during normal pregnancy (Venning, 1946; Lloyd et al., 1952) These results, like the majority of those previously published, indicate that there is some diabetogenic mechanism during the latter part of pregnancy, which seems to disappear rapidly with emptying of the uterus.
The increased adrenocorticotrophic production during pregnancy, which originates at least partly from placental tissue, is probably an important diabe¬ togenic factor, as has been previously suggested. The rapid improvement of the diabetic state after emptying of the uterus and removal of the placenta seems to indicate the importance of the placenta in this respect. The lowering of the renal threshold to blood sugar can be explained by an increased production of ACTH.
The new evidence that insulin in experimental animals has an effect on somatic growth, at least as a Synergist of somatotrophin, suggests that in¬ creased production of insulin in the pancreas of the fetus of the diabetic woman may be of importance as a cause of the somatic gigantism so often seen in these fetuses.
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